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Abstract 

A high incidence, and most of the features, of ‘cot deaths’ were described 50 years ago. While 
avoidance of prone sleeping led to a significant reduction of SIDS incidence it remained the 
most frequent post-perinatal death. The consensus of the establishment is that the cause(s) is/are 
not understood. The toxic gas theory by Richardson, however, renders this consensus incorrect. 
While it (1) was based on definite experimental evidence, (2) could explain practically all of the 
features associated with SIDS, and (3) was the basis for the first significant decline of SIDS 
incidence in England and Wales, the establishment did not accept the evidence, in particular 
after two Expert Groups established by the British Department of Health concluded in their 
Einal Report of May 1998, that the toxic gas theory was unsubstantiated. Richardson’s 
Comments, however, submitted in June 1998 which refuted these conclusions have been 
suppressed. The impact of this neglect has been tremendous. T. J. Sprott in New Zealand 
meanwhile has provided conclusive evidence that children protected by polythene covers of 
their mattresses will not die from SIDS. At present the SIDS establishment are launching an 
improved definition and diagnosis of SIDS to provide a better framework for investigations and 
put an end to “the literature that is beset by contradictions and unsubstantiated conclusions’’, 
booking forward now to how long it may take until an effective means of SIDS prevention will 
be accepted, a look into Kuhn’s The Structure of Scientific Revolutions may help to begin 
effective professional communication that can bring about the necessary change to save babies’ 
lives. To improve the tedious expert-expert interaction in professional journals one may use the 
modem means of communication, coordinate reader-reader and reader-author interaction by 
email to gain control of the biased establishment. Experience shows that individual efforts 
cannot overcome their powerful defence. In conclusion, it will take a coordinated activity of 
motivated readers who are well established in their local communities using the means of 
modem communication to promote effective national and international SIDS prevention. 


Keywords: SIDS, sudden infant death, causation, toxic gases, mattress, prevention, British 
Government, coordinated activity via email communication. 


INTRODUCTION 

Eifty years have elapsed since an increasing incidence of unexplained infant deaths, “every 
year at least 600 babies die in England and Wales’’, prompted A. M. Barrett to propose 
that unexpected deaths in sleeping quarters of apparently healthy infants should be described 
as cot deaths [1]. It has been 35 years since J. B. Beckwith at the Second International 
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Conference on Causes of Sudden Death in Infants in 1969 proposed the name and 
definition of the Sudden Infant Death Syndrome or SIDS [2] which was then adopted as 
code 798 (now R95) of the International Classification of Disease, the only context in 
which a pathologist can give a certifiable cause of death in the absence of finding an 
explanation, pathological or otherwise. The term played an important role by providing 
support to grieving families, diminishing the guilt and blame characteristic of these deaths, 
and focusing attention on a major category of post-neonatal infant death. 

The efforts of researchers to find the cause(s) and the means of preventing these tragic 
deaths increased steadily from 39 references in 1970 to a peak of 390 in 1992 (correlating 
with the increase of studies on risk factors), levelling since at 300-350 references in PubMed 
per year. Incidentally, the entry Sudden Infant Death Syndrome yielded only 74% of more 
than 8100 relevant references found by entering a more complex combination of terms [3]. 

In addition to these journal articles, more than a dozen books have been published, and 
reports of international conferences on sudden death in infants are published now every 
year. These efforts have formed a large international scientific community with many of 
their members having spent or continuing to spend a substantial part of their professional 
life on SID-research, with an established cohesive elite, comprising e.g. 42 outstanding 
members [4] who form a powerful consensus about what is known in medicine about the 
pathology, aetiology, epidemiology and possible prevention of sudden infant death. 

The consensus is briefly: 

(1) As there are no positive pathological signs, SIDS has remained a diagnosis of 
exclusion. 

(2) There are several ‘risk factors’, the avoidance of which decreases the incidence, the 
most important being prone sleeping position, hyperthermia and parental smoking. 

(3) While through avoidance of risk factors there was a substantial decrease in incidence, 
SIDS has remained the most frequent cause of death in the post-perinatal period. 

(4) The cause(s) of death in SIDS-victims and the contribution of risk factors are not 
understood. 

Readers of this journal who know B. A. Richardson (BAR) and his toxic gas theory since 
his presentation at the BSAENM/AAEM Symposium in 1990 in Buxton [5], from one of 
his earlier publications [6-8], from his address at the BSAENM Meeting in November 2001 
and/or from his publication in this journal [9] have good reason to disagree with point 4 
above, and may already be convinced that the consensus of the SIDS establishment is 
wrong. A good example of this is Dr MyhilTs article for parents about how “the 
Richardson Report into cot death elegantly explains all the facts of the cot death epidemic’’ 
[10]. T. J. Sprott’s report in this issue about the outcome of his intervention campaign in 
New Zealand which has put BAR’s recommendations for mattress wrapping to avoid toxic 
gases effectively into practice will add a new dimension to the discussion of BAR’s theory. 
Since the consensus of the SIDS establishment has been so far that BAR’s toxic gas 
hypothesis has been disproved, this establishment will now be facing a scientific revolution. 
As the readers of this journal are well informed, we can move on from the discussion of 
theory to the discussion of strategy and ask ourselves, “How can we deal with the SIDS 
establishment’s failure to recognize the cause of sudden infant deaths?’’ 


THE TOXIC GAS THEORY AND THE SIDS ESTABLISHMENT 
Let us review for a moment the state of SIDS research in 1989, when BAR informed the 
Eoundation for the Study of Infant Deaths (ESID) and their Scientific Advisory 
Committee of the progress of his investigations, and Members of Parliament in a briefing 
paper, published by the Parliamentary Office for Science and Technology, and submitted a 
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preliminary paper to the British Medieal Journal (BMJ), hoping to eneourage eot death 
researehers and pathologists to take his findings into aeeount. 

At that time the list of proposed and diseredited eauses of unexpeeted deaths of 
apparently healthy infants was already very long: maternal overlaying, aeeidental 
meehanieal suffoeation, post mortem evidenee of aeute ‘fulminating’ infeetion, internal 
suffoeation by an enlarged thymus, hypogammaglobulinemia, hypersensitivity to eow’s 
milk, overwhelming viremia, hypoparathyroidism, poisoning by eommon household 
medieations, apnea and laryngospasm. Thus eommonly held etiologie theories had been 
buried, among them allergie, traumatie, endoerine, and toxie eauses. Common eold viruses 
were generally reeognized as playing some role in the majority of oases [2], Despite the 
oonsensus among pathologists on protoools for autopsies, the frequent findings of elevated 
hypoxanthine levels in the vitreous humour, intrathoraoio peteohiae having been 
established, and abnormalities in brainstem and other tissue markers that suggested 
hypoxia and hypoxemia as part of what has been termed “the final eommon pathway’’ of 
SIDS, pathologists oould not put forward even an idea about how all of this oame about. 

Thus sinoe about 1985 there has been an inereasing effort by epidemiologists to determine 
the relevanee of eireumstanees i.e. risk faetors, the term introdueed into the MeSH database 
of PubMed in 1988. Besides the relationship to sleep, whieh is part of the definition, the 
impressive distribution of age [12], male sex [12-13], season at ineidenee [14], preeeding 
minor infeetion [2], the predominanee of bottle feeding [2] and the prone position when 
found [2, 14-16] (whieh Barrett had already doeumented in 1953 [1]), hyperthermia [17, 18], 
younger maternal age [13], short intervals between pregnaneies [13], gestational age of less 
than 40 weeks [13], prematurity [12], low birth weight [12, 13], lower soeioeeonomie status 
[13], maternal smoking [12, 13] and other risk faetors had been well established by 1989. 

But there was no explanation offered of how all of these faetors oould explain sudden 
infant death. 

Knowing that the entire soientifio medieal oommunity, having spent years and thousands 
of attempts, oould not find a oause of sudden infant deaths, T. J. Sprott, a forensio soientist 
oonsultant like Riohardson, was prompted to think of a ‘non-medioal’ oause. In 1986 he 
suggested in a New Zealand nation-wide newspaper that “eot deaths oould be oaused by 
infants being exposed to a very poisonous gas, one whieh does not have a very strong smell 
but has the effeot of stopping breathing and whieh the infants were not so likely to oome in 
oontaot with in earlier days’’. Even though Sprott oould not identify the gas(es), he 
suggested that the gas “was generated by miorobiologioal aotivity on ohemioals in the 
baby’s eot’’ [11]. The insidious nature of the toxie gas was finally identified by BAR, as 
being produoed by an otherwise harmless fungus, not normally known in miorobiology, 
and not known to be toxie by toxioologists but oapable of oonsuming antimony, 
phosphorus and/or arsenio to form bio-methylated gases. The gases resulting from this 
interaotion killed infants who slept in their beds, without leaving any sign whieh oould be 
seen by pathologists. So it should not have embarrassed the medieal elite that finally it was 
not one of them but forensio soientists (one of whom happened to know this partioular 
fungus quite well from his speoialty ‘biodeterioration’) who identified this insidious gas as 
the oause of SIDS. 

Given the state of the art in 1989 desoribed above, the SIDS establishment should have 
aooepted the toxie gas theory immediately, beoause (1) BAR presented experimental 
evidenee proving that Soopulariopsis brevioaulis was found on all of 50 mattresses on whieh 
ohildren had died from SIDS, (2) all of the inoubated samples of the infeoted materials 
produoed toxie tryhydride or trialkyl gases, (3) this evidenee explained praotioally all of the 
established risk faetors, faetors whieh are very diffioult to explain by any other hypothesis, 
and (4) the explanation provided a method for preventing SIDS, either by using a new 
mattress for eaoh baby or by oovering the mattress with polythene sheeting (a proposition 
whieh is easy to understand, based on the toxie gas explanation). 
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But the SIDS establishment, for whatever reasons, did not aeeept the toxie gas theory, 
the FSID deeided that sinee the toxie gas hypothesis was ‘unproven’ there was no need for 
parents to take any aetion, and the BMJ took no aetion at all. While the SIDS 
establishment did not reaet, many parents reaeted to BAR’s reeommendations and adopted 
his mattress preeautions when they were disseminated by the media throughout Britain in 
early June 1989. This was followed by a sharp deerease in the SIDS rate, the first reduetion 
to oeeur [8, 9]. 

In this journal we need not diseuss in detail what ensued in the British professional 

seene: a highly eontroversial diseussion in the Laneet, beginning in 1990 [6], the 

appointment of the Turner Committee by the British Department of Health in 1990, 

the negative report of this eommittee, the 1994 Cook Report TV programme ‘The Cot 

Death Poisonings’ the appointment of the Expert Group to Investigate Cot Death 

Theories, known as the Limeriek Committee, BAR’s detailed report to the Expert 

Group in Deeember 1994 [8], their first report a year later [21] with the editor of 

the Eaneet shaming BAR by deseribing him as: “An overzealous proponent of a pet theory 

and a media erusader do not make a good pairing’’ [20], the extremely negative 

eonelusions of the 365-page Einal Report published in May 1988 [22] its short version 

[23], and Riehardson’s reaetion that: 

Both groups ignored my reeommendations for investigations that I eonsidered most 
appropriate, apparently beeause they feared that my hypothesis might be eorreet and 
embarrassing to the government departments involved in infant mattress eontrols [9]. 

But it should be said that in the professional diseussion there is no mention of the 
Comments to the Einal Report whieh BAR submitted to the Department of Health in June 
1998 [19]. The result of the total negleet of BAR’s Comments to the Einal Report is serious, 
beeause, as I wrote in a registered letter to the Chief Medieal Offieer in June 2004 [19]: 

Mueh of the alleged eredibility of the Einal Report is based on the allegation that is stated 
throughout, and in partieular pages 49ff, that the Expert Group replieated Riehardson’s 
original experiments, and moreover that this “work. . . was eondueted with his eooperation 
and his presenee at key stages ...” that e.g. ‘ ‘Riehardson agreed that the experiments ... in 
Bristol, followed his proeedures” . . . and that “By replieating and extending Riehardson’s 
work, it was demonstrated that his interpretation of his findings was ineorreet.” 

In his Comments of June 1998, however, Riehardson states in detail with regard to most 
of these statements that they are not true and he explains the manner in whieh many of the 
proeedures followed by the Expert Group would result in nondeteetion of the true eauses of 
SIDS, i.e. toxie gases in partieular. 

Meanwhile, the medieal establishment has aeeepted the eonelusion of the Eimeriek 
Report that there was no evidenee to show that toxie gases are the eause of SIDS. There is, 
however, no other eause or eauses of SIDS available whieh eould explain, as the Toxie Gas 
Theory does, all the epidemiology and so ealled “risk faetors” related to it. In partieular, it 
explains the most important predietion that babies will not die from SIDS if they are 
proteeted from toxie gases either by sleeping on mattresses wrapped in a gas-impermeable 
diaphragm (e.g. polythene) or mattresses free from phosphorus, arsenie and antimony. . . . 

It is very surprising to me that I eannot find any mention of Riehardson’s Comments in 
the medieal literature . . . Now I would like to ask you definitely: 

(1) Have the Comments by Barry A. Riehardson . . . been distributed to the members of the 

Expert Group ...? 

(2) Is there an adequate reply to his Comments available? 
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In September I reeeived an answer from Dr Maynard of the Department of Health: 

I should first explain that the Expert Group was an ad hoe Committee established in 
1994 by Sir Kenneth Caiman, the CMO at the time. It was eharged with produeing a report 
on the toxie gas hypothesis. A very eomprehensive final report was produeed in May 1998 
whieh was, in general, well reeeived by the seientifie eommunity and those involved with 
eot death. The Committee then eeased to exist. We thus did not eireulate Mr Riehardson’s 
eomments of June 1998 to the Expert Group. [19] 

The negative impaet of the negleet of BAR’s Comments on SIDS-researeh and -prevention 
has been tremendous, not so mueh in Great Britain, where mattress manufacturers and 
many parents know about the possibility of toxic gases in infant beds, but all over the 
world. A search through PubMed for Sudden Infant Death AND toxic gas theory reveals 
four references to a controversial discussion in the New Zealand Medical Journal, 1998, 
ending with Sylvia Eimerick et al. presenting the claims of the “Chief Medical Officer’s 
Expert Group to Investigate Cot Death Theories” [24] but no reference to probably the 
only critical comment to these claims published in peer reviewed journals, by Eitzpatrick 
[25]. Searching for Sudden Infant Death AND bedding AND toxic gases reveals two 
references, one to the article of Wamock et al. (which is refuted by BAR’s Comments) 
already mentioned here [21] and the other to the exceptionally positive evaluation of BAR’s 
and Sprott’s research in the USA [26]. Searching PubMed comprehensively for BAR’s 
theory will lead to about 100 references and a rather time-consuming evaluation with 
controversial results [27], not of the kind, however, which Eady Eimerick likes to claim, 
that “The Expert Group investigated the toxic gas hypothesis very thoroughly and found 
no evidence to substantiate it as a cause of SIDS” [28]. 

But the international SIDS establishment chose either to accept the conclusions of the 
Expert Group without any independent evaluation, as Byard in Australia and Krous in the 
USA [29], Kurz, Kenner and Kerbl in Austria [30], and Poets and Jorch in Germany [31], 
or not to mention the toxic gas theory at all, as Rognum in Norway and the authors 
at the Third SIDS International Conference [32], the authors at the 10th Congress of 
ESPID, the European Society for the Study and Prevention of Infant Death in Oslo 2003 
[33] and the authors at the 8th SIDS International Conference in Edmonton 2004 [34]. So 
when we consider the scientific revolution ahead of us, we are dealing with the 
extraordinary influence which the vested interests of the British Government had on this 
powerful consensus of the SIDS establishment not to recognize the cause of sudden infant 
deaths, i.e. toxic gases. 


THE NEW INITIATIVE TOWARDS AN IMPROVED DEFINITION AND 
DIAGNOSIS OF SUDDEN INFANT DEATHS 

There is a new development in SIDS-researeh to be observed. Based on a new initiative of 
J. B. Beckwith in March 2003 to improve the definition of SIDS [35] and the invited 
critiques of six renowned SID-researchers [36], a meeting of an invited panel of experts was 
held in January 2004 in San Diego, including paediatric and forensic pathologists, and 
paediatricians, all of whom had extensive experience with sudden infant deaths. For 
administrative and vital statistics purposes the panel developed a new general definition of 
SIDS as the “sudden unexpected death of an infant vl year of age, with onset of the fatal 
episode apparently occurring during sleep, that remains unexplained after thorough 
investigation including performance of a complete autopsy and review of the circumstances 
of death and the clinical history, and then stratified it into Category lA SIDS (completely 
documented). Category I B SIDS (incompletely documented). Category II SIDS (certain 
Category I-criteria missing). Unclassified Sudden Infant Death and Postresuscitation Cases 
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to facilitate research into sudden infant death. It is anticipated that these new definitions 
will be modified in the future to accommodate a new understanding of SIDS and sudden 
infant death [37]. In July 2004 members of the panel continued their efforts in promoting 
the new ‘SIDS Definition and Diagnostic Criteria’ at the 8th SIDS International 
Conference in Edmonton, Canada [34], so the new development seems to be well on its way. 

This was, however, not the first initiative of Beckwith to improve the 1969 definition, of 
which he recently observed; “If a prize were offered for the poorest definition of a disease 
or disorder in the scientific literature, this one would be a strong contender’’ [35]. At the 
1969 meeting he had argued that a narrower age distribution should be part of the 
definition and for the inclusion of apparent or presumed onset of the lethal event during 
sleep. In 1989, Beckwith proposed this again, including the distinction between typical and 
non-typical SIDS cases for the purpose of enhancing the quality of research reports. He 
was “profoundly disappointed that so little improvement in the definition had resulted 
from 20 years of intensive research’’ under the original definition [35]. At the 1992 SIDS 
International Meeting in Sydney he again proposed stratification of the definition to enable 
separation of cases in typical and atypical groups. The proposal was not accepted at the 
time, although others subsequently supported sub-classification. Thus Beckwith was not 
alone during the last decade in his promotion of a better definition of sudden infant death. 

One can find a number of contributions of prominent members of the SIDS establishment 
supporting his view in various journals [38], including that of Byard and Krous who 
summarized this development: 

The diagnosis of causes of sudden infant death is an often complex and difficult process. 
Variable standards of autopsy practice and the use of different definitions for entities such 
as sudden infant death syndrome (SIDS) have also contributed to confusion and 
discrepancies. For example, the term SIDS has been used when the requirements of standard 
definitions have not been fulfilled. In an attempt to correct this situation recent initiatives 
have been undertaken to stratify cases of unexpected infant death and to institute protocols 
that provide frameworks for investigations. However, if research is to be meaningful, 
researchers must be scrupulous in assessing how extensively cases have been investigated 
and how closely cases fit with internationally recognized definitions and standards. Unless 
this approach is adopted, evaluation of research findings in SIDS will be difficult and the 
literature will continue to be beset by contradictions and unsubstantiated conclusions. [39] 

It took the eminent J. B. Beckwith 35 years to convince his fellow pathologists to begin to 
adopt a better definition and stratification of their diagnoses of sudden infant deaths, so 
that the SIDS-epidemiologists may begin to collect better data. Looking forward from 
today, how many infant deaths will it take until the combined elites in the fields of 
paediatric pathology and epidemiology are able to look beyond what they presently 
recognize to be relevant risk factors, to finally be able to identify the cause[s] of sudden 
infant deaths is already enough to make one despair of the communicational quality in 
professional medicine. The despair in this perspective is much increased, however, when we 
consider four additional problems that will come into play: 

(1) The members of the SIDS establishment will not find what they are looking for: the 
undiscovered cause(s) of SIDS. 

(2) The causes of SIDS and the effective means of prevention have been discovered long ago 
but disregarded by the elite. 

(3) The people who understand the cause of SIDS and have devised a means of prevention are 
not the respected insiders. 

(4) To find the cause of SIDS they will necessarily have to abandon their consentorientation and 
pass through a phase of deliberate dissent. 
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To analyze these tremendous problems further let us take a look into the history of 
elinieal eeology and the strueture of seientilio revolutions. 


CLINICAL ECOLOGY AND THE STRUCTURE OE SCIENTIFIC REVOEUTIONS 
Clinieal eeologists know from their own history that it may easily take longer than a 
lifetime until mainstream medieine aeeepts a reasonable eoneept, whieh is not, for one 
reason or another, within their usual frame of referenee. From Hare (1905) until Brostoff 
and Challaeombe (2002), one ean easily list 25 good examples of this [40], many more that 
resemble e.g. J. B. Beekwith’s disappointing experienee deseribed above, and mueh 
experienee with the faet that a medieal expert who is an established member of a eohesive 
group will pereeive and experienee great diffieulties when beginning to deviate from the 
eonsensus. Clinieal eeologists will also understand very well that while SIDS is definitely an 
environmental problem it is out of the reaeh of the members of their soeieties. This is 
beeause these ehildren die before any physieian, mueh less an environmental one, may be 
ealled to their attention — and the paediatrieians and forensie pathologists who finally will 
eome into play and determine the state of the art regarding SIDS in medieine are not 
members of their soeieties and are diffieult to reaeh. 

So the question arises as to how members of the soeieties for environmental medieine 
who wish to take an interest in the prevention of sudden infant deaths ean help individual 
members of the SIDS establishment to understand that, despite their basieally reasonable 
new initiative to develop an improved definitional and diagnostie approaeh to sudden 
infant deaths, they are nevertheless about to enter a very long dead-end road if they do not 
reeognize toxie gases to be the eause of SIDS. It may be helpful if I divert to the philosophy 
of seienee perspeetive on the strueture of seientifie revolutions, as deseribed by Thomas 
Kuhn [41]. 

The faet that the aetiology and the eause of sudden infant deaths have not been 
diseovered for so many years in Kuhn’s terminology must be seen as a eontinuous erisis. 

The prevailing eonvietion that there is no single eause for all of the instanees of sudden 
unexpeeted deaths in infaney, and the belief that BAR’s toxie gas explanation has been 
disproved, will be regarded as the basie paradigm on whieh normal researeh by the seientifie 
eommunity eoneemed with SIDS has been undertaken until now. Solving the problems 
whieh lead to the eontinuous erisis by ehanging the basie paradigm now to one eause of 
death, i.e. toxie gases, that ean both explain the eause of death and prevent all of these 
deaths easily, will be termed a seientifie revolution. 

From the historieal findings of Thomas Kuhn the reaetion of the SIDS establishment we 
have deseribed eould have been expeeted: 

Seientists tend not to aeeept a new seientifie paradigm if they had a prominent role in 
supporting the former one. There will be some seientists who ean be persuaded to ehange 
their minds, more likely those who are younger and new to the field . . . 

Probably the single most prevalent elaim advaneed by the proponents of a new paradigm 
is that they ean solve the problems that led the old one to a erisis. . . . partieularly persuasive 
arguments ean be developed if the new paradigm permits the predietion of phenomena that 
had been entirely unsuspeeted while the old one prevailed ... beeause seientists are 
reasonable people, one or another argument will ultimately persuade many of them. . . . what 
oeeurs is an inereasing shift in the distribution of professional allegianees, ... At the start a 
new eandidate for paradigm may have few supporters, ... if they are eompetent, they will 
improve it, ... the number and strength of the persuasive arguments in its favor will 


merease. 
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More scientists will then be converted, . . . will adopt the new mode of practicing normal 

science, until at last only a few elderly hold-outs remain. [41] 

One must bring about a relevant change in the SIDS establishment in order to save 
babies’ lives. Let us look back again at our experience so far: since Hare’s time there 
have been about 100 years of unsuccessful attempts to have the treatment of food 
allergy accepted by mainstream medicine; since Barrett there have been 50 years of 
pathologists not coming to grips with the definition of what they call ‘cot death’; since 
Beckwith there have been 35 years until his proposals of definition and diagnosis have 
been accepted; 16 years since Richardson’s unsuccessful attempts to get mattress 
precautions accepted by the SIDS establishment as an obligatory preventive suggestion 
to parents; about 7 years that the definite and significant success of T. J. Sprott’s 
prevention campaign in New Zealand has been denied. There is also the general 
historical fact reported by Thomas Kuhn that a scientific revolution, as he terms it, is 
difficult to achieve and in fact may take rather a long time to resolve. So there are not 
very good prospects for progress with cot death, unless, as I say above, one can bring 
about a relevant change. 

Before we begin to discuss this option let us look at two examples, so as not to suggest 
that we are dealing with general human fate or experience uncharacteristic only for 
communication in science and in professional medicine. If we compare, for example, the 
progress made in the prevention of cot death in medicine with that in the photocopy 
industry during the last 50 years, it immediately becomes evident that there must be a 
significant difference between these two areas of human enterprise. This is certainly not in 
this case because the prevention of cot death by professional medicine is more difficult to 
achieve than the progress which industrial engineering has provided for us when we copy, 
for example, the latest article of Byard and Krous in a public library. The other 
comparison is with the military. How long would it take, for example, from the day the 
US government was told that the most dangerous terrorist was present in a particular 
house far away from the US until this house was destroyed? Compare this to the 
government being told that the most dangerous combination of fungi and fire retardants 
was present in the majority of babies’ cots in the US until the government would 
announce that parents had better cover the mattresses of their babies with a sheet of 
polythene. As in the first case there would probably be only a short discussion, in the 
latter, however, a very long one. We are not dealing here with problems typical of human 
nature but with decisional problems in particular areas of human enterprise. So let us 
discuss how to begin an effective professional communication in medicine ‘for baby’s 
sake’. 


THE CONTROL OF EXPERT-BIAS AND WASTE OF TIME IN PROFESSIONAL 
MEDICAL COMMUNICATION 

While discussing the problems of professional medical communication one must keep 
in mind the immediate goal of parents: preventing the sudden death of their baby by 
applying mattress precautions. While BAR’s recommendations were well on their way 
to becoming public opinion. Great Britain mounted an ‘Expert’ intervention that had 
great influence on the SIDS establishment and public opinion all over the world. One 
must beware of a counterproductive emphasis on placing blame on individuals “who 
had a prominent role in supporting’’ this intervention. Kuhn’s history of scientific 
revolutions should remind us to get away from the tedious expert-expert interaction in 
professional journals by taking a shortcut using the modern means of communication 
to coordinate professional reader-reader and reader-author interaction to better control 
the establishment. 
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The preliminary proposal must be that: 

(1) Professional readers seleet artieles whieh indieate that their author(s) fail(s) to realize the 
eause of SIDS. 

(2) Use reader-author-email interaetion to remind authors of the eause of SIDS and find experts 
who appear to be sineere. 

(3) Coordinate professional reader-reader-email interaetion to seleet a number of authors to be 
approaehed. 

(4) Use multiple reader-author-email interaetion to persuade the seleeted SIDS-experts to 
aeeept the toxie gas theory. 

(5) Coordinate our efforts to initiate publie information by the media, professional information 
of individual parents and new researeh on the toxie gas theory of sudden infant death. 

Returning now to the general problem of expert-bias in professional medieal eommunieation, 
one must realize that eertain means, e.g. privileged eommunieation, eo-option to 
professional soeieties, alienation of individuals and influenee of funding organizations, ean 
add up to the establishment of a eonsensus that is eontrary to truth. And when looking 
into how the wrong eonsensus about the toxie gas theory has eome about and how the 
eommunieation in the SIDS establishment is presently operating, one ean see that 
eommunieation is aetually working in this way. From this understanding one should be 
able to derive an optimal way to partieipate in this eommunieation in order to speed up the 
proeess of ehanging the basie paradigm on the eause of SIDS along the lines of the 
resolution of revolutions as deseribed by Thomas Kuhn. 

There is no doubt that the faulty eonsensus on the eause(s) of SIDS was initiated in the 
UK by two eommittees established and funded by the Department of Health, when it was 
elear that the British Government had a vested interest in establishing that there was no 
evidenee for Riehardson’s toxie gas theory: in 1990 the Turner Committee and in 1994 the 
Limeriek Committee. Their reports and their most prominent members, namely Lady 
Limeriek and P. J. Fleming, then had a deeisive influenee on publieations, on new researeh 
and on the eonsensus of national and international soeieties [42], in partieular ESPID [33, 

43] and SIDSI [34, 44-45]. The international eonsensus spread into the medieal journals 
[46] determining the deeisions of their editors and reviewers. The influential SIDS-soeieties 
usually aeeept new members only by eo-option, e.g. ESPID [33]. That makes it diffieult to 
partieipate in this privileged eommunieation if one has deviant views. Attempts to 
eommunieate individually with members of the SIDS establishment are typieally met with 
alienation [47]. The SIDS establishment appears to be a elosed soeiety that has developed 
an optimal means of defenee and will not allow attempts to approaeh it direetly with views 
that deviate from their basie eonsensus. But while this does eonstitute a very powerful 
influenee in a false direetion, one must not believe that the resulting tragedy, the death of 
many thousands of healthy ehildren, has been intended by anyone. Psyehology does not 
work like that, as “the path to hell maybe paved with good intentions”. The more a minor 
seientifie error is based on the best of motives, e.g. “fire retardants will save a few lives”, 
the more terrible may be its eonsequenees, beeause the personal need for a good eonseienee 
in the aetor may prevent him from reeognizing the error. And if the eonsequenees of a 
minor error — as in this ease — add up to sueh a tragie dimension that the innoeent aetor 
eannot faee them and will, by not faeing them, lose his innoeenee more and more, one had 
probably better not try to intrude into the explosive atmosphere of a meeting of partly 
innoeent believers and partly intelligent people aeting finally only to save faee. 

So the intention must be to deerease the extremely negative impaet of these international 
organizations by seleeting those of their members who appear to be honest and able to faee 
the truth, and approaeh them individually, for example when they eome out in the open as 
they periodieally must with their publieations, offering their email addresses for personal 
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correspondence. The best way to be successful with this approach has been offered by 
Thomas Kuhn: “Particularly persuasive arguments can be developed if the new paradigm 
permits the prediction of phenomena that had been entirely unsuspected while the old one 
prevailed.” There are a few good examples for this, not understood by the SIDS 
establishment, that can be explained by the toxic gas theory: the higher incidence of SIDS 
in child care settings [48-50], in the unaccustomed or secondary prone position [51-53] and 
the failing autoresuscitation of gasping [54-55]. But these are only examples and as 
PubMed offers presently 300-350 new articles on SIDS per year [3] there will be many 
occasions to remind an author or an editor of the disregarded cause of SIDS, be it a 
member of the establishment [4] or one of the major journals [45] or not, in order to 
motivate them, one by one, to support Richardson’s mattress precautions. As Kuhn said: 

There will be some scientists who can be persuaded to change their minds, more likely those 
who are younger and new to the field . . . because scientists are reasonable people, one or 
another argument will ultimately persuade many of them. . . . what occurs is an increasing 
shift in the distribution of professional allegiances. 

The situation in the SIDS parent organizations will be similar to that in the scientific 
establishment in that there will be emotional problems which should be recognized. For 
more than ten years parent organizations have not received or distributed the best 
information about how to prevent sudden infant deaths. In addition parents have not 
conducted research but have trusted their scientific advisers. It may be more emotional for 
parents to realize they have lost their baby because they did not know or believe in mattress 
precautions. So again one should not arouse emotions by discussing this in their meetings, 
but instead attempt to approach them sensibly when coming into individual contact with 
them. Contrary to the outcome for SIDS researchers, the activity of parent organizations 
will be much more meaningful and effective after they accept the toxic gas theory. For 
example, imagine if, instead of funding questionable research by authors who disregard 
toxic gases as the cause of SIDS, they funded the free distribution of mattress covers in a 
given area and published the results themselves, not only in scientific journals but also in 
the public media and on their homepages in the internet. There are quite a few meaningful 
research projects that do not need much funding or professional medical participation. 

They could be done at the high school level, for example presenting the official British 
statistics on live births and sudden infant deaths by marital status, parity and type of 
registration [56], or bereaved parents collecting retrospective information on the relative 
occurrence of cot deaths on used mattresses and discuss them, as the established 
researchers would not do, in relation to the toxic gas theory [57-58]. 

Groups and individuals with a vested interest will prevent a change of opinion in their 
meetings by peer pressure, privileged communication and alienation of intruders. The 
consensus is well established in the media, among politicians, and in the departments of 
health which often finance SIDS-research. So individual attempts to promote the 
introduction of mattress precautions by writing to experts in SIDS-research and to 
members of parent organizations, by writing articles for medical journals presenting the 
evidence provided by Richardson and Sprott [59], and by approaching the media and the 
departments of health with ‘news’ about the toxic gas theory and the effectiveness of 
mattress wrapping, are disregarded easily on the advice of the SIDS establishment. 

It appears, therefore, that it will take more than individual efforts to promote effective 
SIDS prevention. So it is suggested that individual readers of professional journals who are 
motivated to help in preventing the tragedy of sudden infant death begin using the new 
media to develop a team and network approach to overcome the expert-bias that prevails 
in the SIDS establishment. Finding papers that demonstrate the failure of their authors to 
recognize toxic gases as a possible explanation of findings, the reader may begin a 
correspondence with the author(s) and/or the editor of the journal about SIDS prevention. 
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His/her evaluation of this reader-author and/or reader-editor interaction may then be 
shared with others, either on a private level or by use of an internet domain designed to 
coordinate reader-reader interaction as a means to help the SIDS establishment recognize 
the cause of SIDS and promote more reliable means of SIDS prevention. 
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